thrombus surrounded by bluish bacterial clumps was observed (Fig. 2) .
Although EG occurs in 1% to 30% of cases of Pseudomonas sepsis as a first manifestation of immunodeficiency or in patients with chronic disease, cases have occasionally been reported in previously healthy individuals. These individuals had undetected immunodeficiency or were transiently immunocompromised due to drugs, infections, or some other cause. Thus, an immunological work up should be performed in suspected cases [3] . In our patient, influenza B infection caused severe neutropenia and a previous diaper rash might have aided bacterial inoculation. A subsequent immunological work up established that the infant had a normal immune system.
In cases of EG, early recognition and the administration of prompt appropriate antibiotics is essential due to rapid disease progression. Antibiotics including ceftazidime (alone), azlocillin, mezlocillin or piperacillin-tazobactam with aminoglycosides are known to be effective [4] . Furthermore, in several of the reported cases, after controlling the infection, wounds healed by secondary intention left notable scars. Mortality rates of from 38% to 96% have been reported in septicemic cases and of 15% in nonbacteremic cases, respectively [5] . Poor prognosis is associated with multiple lesions, delay in treatment, and neutropenia.
In conclusion, this case shows that even a previously healthy patient in a temporarily immunocompromised state may be susceptible to pseudomonal infections, which cautions that the possibility of opportunistic infections warrants consideration. The characteristic clinical features of the skin lesion led to a differential diagnosis of EG. Furthermore, the rapid progression of the lesions and EG's high mortality rate emphasize the importance of early suspicion and proper treatment even when diagnosis has not been confirmed. examination or may present as an acute unilateral or bilateral painful tender mass beneath the nippleareolar region or as a progressive painless enlargement of the breast [1] . Cases of unilateral breast enlargement require exclusion of underlying breast neoplasm, although virtually any cause of gynecomastia can present with a unilateral enlargement. To the best of our knowledge, there have been only a few studies on occupation-related gynecomastia. We report a case of unilateral gynecomastia in a young male tennis player. We report on a 26-year-old male patient who was a tennis player and developed unilateral breast enlargement after puberty. He began to notice unilateral breast enlargement by the age of 18, and underwent surgery at the age of 26 because there was no spontaneous regression. He had no known familial history or medication history such as anabolic steroid use. There was no discharge from the nipples, tenderness or pain in the nipple-areolar complex. He was a professional tennis player for more than 10 years. His body mass index (BMI) was 21.9 kg/m 2 , which was in normal range. Anamnestic information on breast enlargement was elicited from the patient and the age of notable breast enlargement, age of maximal breast enlargement, and breast size changes after playing tennis were noted. Using Simon's classification, with division into four grades, grade IIA gynecomastia of the right breast was noted. Endocrinal function tests were within normal hormonal range (Table 1) . He underwent subcutaneous mastectomy under general anesthesia. Through the periareolar incision, glandular tissue was removed by meticulous dissection. After separating the breast parenchyma from the pectoralis major muscle fascia and serratus anterior muscle fascia, we checked the volume of the glandular tissue by measuring its weight, and then sent it out for histologic analysis.
Images
The dissected gland specimen measured 10 × 5 × 1.5 cm and weighed 83 g (Fig. 1) . There was no depression on the right breast because 2 mm thickness fat was preserved under the nipple areolar complex and meticulous dissection was performed. Surgical recovery was uneventful. There were no complications such as seroma, hematoma, abscess, or nipple necrosis. At postoperative 7 months, a clinical evaluation of both breasts showed a symmetrical appearance (Fig.  2) . The histopathologic findings of the breast mass after reduction showed fibrotic breast tissue with mammary ducts with epithelial hyperplasia, periductal cellular stroma, and stroma hyperplasia, which 
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led to the diagnosis of gynecomastia (Fig. 3) . Gynecomastia is a benign enlargement of the male breasts caused by glandular proliferation, occurring at three distinct peaks according to an age distribution: infancy, adolescence, and old age. On the other hand, pseudogynecomastia is caused by increased fat deposition, and has a higher incidence than true gynecomastia (40% to 60%). It is more common in obese patients of old age and usually regresses when they lose weight [2] . Common known causes for breast enlargement include hormonal aberrations, carcinoma, endocrine disease, systemic disorders, and certain drugs [3] . Anthropometric measurements such as BMI may be helpful for diagnosing gynecomastia because obesity can be associated with increased peripheral conversion of androgens to estrogens and is associated with a higher prevalence of gynecomastia [3] . However, our patient was young and non-obese. The histopathologic findings showed an inferiority of fat tissue, and the presence of ductal epithelium, which can be a diagnostic feature of true gynecomastia.
The main pathophysiology of gynecomastia is alteration in the balance between the stimulatory effect of estrogen and the inhibitory effects of androgens on the development of the breast [4] . There are some studies on sports-related unilateral gynecomastia due to anabolic steroids in body builders, which can also lead to a hormonal imbalance [5] . However, we ruled out anabolic steroids because the patient showed normal hormonal status and had not used steroids.
When palpable breast masses are hard, fixed, peripheral to the nipple, and associated with nipple discharge, we should exclude breast neoplasm in unilateral gynecomastia [4] . Our patient was asymptomatic and we excluded malignancy based on the histopathologic diagnosis.
A previous report describes a case of unilateral pseudogynecomastia that developed after working 20 years in a manual metal pressing factory. In that study, 6 cases of unilateral pseudogynecomastia were profession-related and resulted from chronic vibration and pressure [2] . The patients were all obese men of older age, and the histologic findings of their specimens were shown to be fatty tissue only.
The exact mechanism of gynecomastia formation in our case is unclear, but we think pathophysiology of this phenomenon could be similar to the theories of posttraumatic lipoma formation [3] . With reference to this theory, we assumed that continuous exercise, pressure, and vibration may have impacted the patient's axilla and unilateral chest wall while playing and practicing tennis along with primarily holding his tennis racket on one side of his body. Continuous stimulation can cause the local release of growth factors, which are inflammatory mediators over the anterior chest wall muscles. It is supposed that these factors trigger differentiation of precursor cells to new mature glandular proliferation, and in turn, causing the development of gynecomastia.
The evaluation of unilateral gynecomastia can be complex. It should begin with a patient's detailed history, physical examination, and hormonal function test to access the causes and to exclude systemic or neoplastic diseases. Though there are no specific comorbidities associated with gynecomastia, we should consider related causes such as continuous stimulation before concluding the cause is idiopathic. Although the mechanism of such gynecomastia formation is unclear, more cases are needed to perform an advanced examination trial.
Fig. 2.
A preoperative T2-weighted magnetic resonance imaging image revealed a high signal intensity in the lunate. Images droma shows a round, transparent osteolytic bony change [2] . It is generally asymptomatic, but may expand [3] . Although enlargement of enchondroma with cortical thinning and protrusion can occur in the advanced phase, the cortical margin of the involved bone is spared, and there is no invasion into the surrounding tissue [2] . Enchondroma usually occurs in the phalanges and metacarpals [1] . However, it is rarely found in carpal bone [2] [3] [4] . We report a case with an enchondroma occurring in the lunate bone of the carpus, which was associated with dorsal wrist pain.
A 40-year-old right-handed woman complained of intermittent right wrist pain for the previous 8 months (Fig. 1) . The symptoms worsened after prolonged usage of the hand. She had no history of previous trauma. Eight months earlier, she had experienced painful swelling in the right wrist, which was diagnosed as tendonitis and treated with a non-steroidal antiinflammatory drug at a local clinic. Physical examination revealed dorsal wrist tenderness, and wrist movements were not restricted. Laboratory findings were within normal limits. An X-ray of the wrist showed a well-demarcated, rounded radiolucent area in the lunate. There were no fractures or other lesions in the bones of the hand. Magnetic resonance imaging (MRI) demonstrated that T1-weighted images showed hypointense and T2-weighted images hyperintense signal differences from the normal bony margin of the lunate (Fig. 2) .
Surgery was performed with a dorsal approach to the lunate bone. After careful dissection, the lunate was exposed. The cortex of the lunate was very thin and a small burr was used to open a cortical window. The inner contents were meticulously curetted and
